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HBE B® SAWEF ST LR LB 48 %R (hepatitis B e-antigen, HBeAg) fa b 1% 4 T B I X
(chronic hepatitis B, CHB) & H# ¥ F AR T M R HA K EAA L TG EH, FFiE 57 #) HBeAg fa ik
CHB &%, BREXLFFTE, MWL A LA FHA(NBA)PBEFHRIWEFTH(ETL), 5776
ANRA BB LSS ALT AST . HBV-DNA HBV-M Ff 5 4 % % HBV-DNA # % HBeAg ## M £ T E
ERBRH) TR B RAAXMEAAD HBeAg Falt CHB £ £ 4B P AR FH(NK)T @K Ff 53 v-
FHE(IFN-y) @ @mpiF-4(1L-4) 5%, AR Th1 Th2 Tel T2 mieti &, £R KHAEHFTHR
BIBE, SorBa, 4T EES Y 2 %K ALT AST . HBV-DNA K R ¥ EiE@ £ 49( P<0.05) ;5%
WERHEFHEEER, s HBV-DNA #o HBeAg 6 P AR %, £ F A4 FEL(P>0.05), stBAa
8459 B 5 o NKT e fe 556 IFN—y, &V 23k IL- 4, e Tel miath K F, S8 Tel/Te2 i s &, Mm%
FERETAN A NKT @mpe ey 5 &, 4 IFN-y 9563w, IL-4 230 ), @ L% 9 24 i Thl Tcl &/
%%, B1& Th2 . Tc2 mM ¥, $% Th1/Th2 . Tel/Tc2 9B & (P <0.05), it HEFRBHAHKK
£ HBeAg fatk CHB & £ ¢ #F o4k . #7% HBV-DNA £ 4] K E B K E K ;& F e A TR A B
NKT i 69 %%, 1% NKT @M 45k IFN-y &, 435 IL- 4 B/K, A% Thi/Th2 & Tcl/Tc2 X i & F # #
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Curative Effect of Yidu Recipe in Treating Chronic Hepatitis B Patients of Gan-Shen Yin-deficiency and
Damp-Heat Syndrome Type and Its Influence of T-cell Subsets TANG Bo-zong, LI Man, and GAO Yue-qiu
Shuguang Hospital Affiliated to Shanghai University of Traditional Chinese Medicine, Key Laboratory of Liver and Kidney Dis-
eases of Ministry of Education, Shanghai (200021)

ABSTRACT Objective To study the effect of Yidu Recipe (YDR) in treating patients of chronic hepatitis B
(CHB) with positive hepatitis B e-antigen (HBeAg) and its influence on the quantity and function of T-cell sub-
sets. Methods Fifty-seven CHB patients measured up the inclusive criteria were randomly assigned to the con-
trol group and the treated group, treated respectively by entecavir alone and entecavir + YDR for 6 months.
Changes of alanine a minotransferase (ALT), aspartate a minotransferase (AST), HBV-DNA, HBV-M, inter-
leukin- 4 (IL-4) and Chinese medicine syndrome score, as well as amounts of natural killer (NK) T cell, y-inter-
feron (y-IFN), Th1, Th2, Tc1 and Tc2 cells in peripheral blood ( detected by flow cytometry) before and after
treatment were observed. And the liver function normalization rate, negative inversion rates of HBV-DNA and
HBeAg were estimated at terminal of the trial. Results Seven cases were dropped out in the observation period.
Compared with the control group, levels of ALT, AST, HBV-DNA and Chinese medicine syndrome score were
lower after treatment ( P <0. 05), and liver function normalization rate was higher in the treated group, while the
difference between groups in negative inversion rates HBV-DNA and HBeAg were insignificant (P >0.05). A-
mount of IFN-y increased, IL-4 reduced, and Tc1 cell raised after treatment, which led to the rise of Tc1/Tc2 ra-
tio in both groups; while in the treated group, in addition to the above-mentioned changes, the Th1 cell was in-
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creased also, and thus to make elevation of Th1/Th2 ratio ( P <0.05). Conclusion The efficacy of entecavir +
YDR in treating HBeAg positive CHB patients is better than that of entecavir alone. YDR can effectively improve

patients’ liver function, inhibit HBV-DNA replication and improve clinical symptoms, its action may be realized by
way of increasing the amount of NKT cells, inducing increase of IFN-y and decrease of IL- 4 secretions, and reg-

ulating the balance between Th1/Th2 and Tc1/Tc2.
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MEFRLEBIELGRFEHRELERIGT BT
Z BT & ( chronic hepatitis B, CHB) M2 3/, 16K
ERRE—E R 2 B 255 8 5 # f R T Theg
MR, MRS R RIERLE, EEH#HTT
NEFBESBREFFRTAEAEREAMZ B
# 0 ¥ £ Hi IR ( hepatitis B e-antigen, HBeAg) FH 4
CHB B /T A MBI B H %t B A R 5 (natural
killer, NK)T #f i $( & A v-F 3£ & (interferon-gamma,
IFN-y) f1 G A HE A & - 4 (interleukin- 4, IL- 4) XM
.

"BE5FZ

1 R BT e

L1 BEZHRE SH2005 FhEEZ2XF
RERS BEREFRHKEBITH BHEZETR
Bithfem” " o CHB LR (1) FF &% % 0.5 4
LAk (2) HBsAg 1 (5 ) HBV-DNA FH#E; (3) FFAR
FRIELAHBHERFRE

L2 PEHEGRE T ERERIEFHER
WBBPHEHEHERBFRE RN, FiF: (1)
WirRmE; Q)ERRK; 3)HFL, BEHERIE
S EE, KiE: (1) k28, 2)MBT®ER;(3) £
LGB (4) REMEHFE, KEZAH. A&
FIEHE 2 B AR E & FIUEFE | TRIKIE 4
i AE 2 IR R AE

1.3 AAGE (DHFALEPAENERE,
(2) %1% 18 ~65 B i B HE s &tk ; (3) HBeAg 1 HBV-
DNA PR (4)ALT=22 EFIE#{E, TBIL<2 {5 FIF
FE;S)O M ANKRERBER TR RAKFIRT;
() ERPAZTLACREE R BZEEE; (T)RAE
HEENERERE,

1.4 B (HER<I8FS,>65 A%;
Q) EHAMEFRERENFR, KPRELHE
IS ERFRMAEAL; Q) FARETERLR
FHEAREE, (A RIESEREL . HIHLY
AL (S) KRR S MY TN EE; (6) Rk
MEMRT T REEWRITE.

2 MmR¥ER ST B E B R I A HBeAg
P CHB B ZHE LBPEAHAKFHBELER
2007 4 10 H—2009 £ 3 A MR EFH B
. BEMRANGTIR, BRERIL VEHRA
BFFH (MBA)NBEFFTHKENEFART
H), HPoHARA 3 FIAH, HELEFF 1 5
REFEESURR KRR ERT, 2B MATIEMEN
REGITT, T Bk TE, AL 10 BT LARIER A
STAREBEAL, BITIRTAE 2 flsUHH M
REBAYIRIT, 2HEARTRE, Uk 4 65T LH
BR B 5 SE LA B 9T 9 AR A 3k S0 fil, Ho b T B4 21
5,5 176, &£4 6 F820~57%, FH(44.10 £
12.25) % ;5% B 3 ~29 4, F1(21.00 +1.67) 4,94
SPH 296, 524 B, &5 Bl FERH26~58%, FY
(42.38 +8.26) % ;5B 2 ~ 36 4, FE1(29.00 +
11.28) 5, MARHLE, ZREHAITEBEX(P>
0.05),

3 K&

3.1 A#iFE MBA:ODRBEFF(EBHR
0.5mg, KR EMEMHEAAE™),0.5 mg/ K, B
A1K, {fiTdl: EXTBARITEME, MPAME
FAB:ZKHAF15g BEEISg F15g F*
Bl5g WMAS30g WIREISg £HI5g 45
B15g) KM ZE400mL, 48 H& 1 KOR,BHA
STRHAB6 A,

3.2 WMEME SR &

3.2.1 EAMMEER (1) FHeE: €45 ALT,
AST;(2) 7% HBV WHE ¥ IR E MM . 275 HBsAg,
HBsAb HBeAg .HBeAb HBcAb( ABOTT #); (3) 1%
HBV-DNA EB(F R ER PCR &) ;LA L ¥y i EE
RERKREGE R,

3.2 HEE¥RMER BEAPMAETA
CD4 XEMIEM, AHAEMACDI"CD8 " THMUAE
CD4* T 40 f8, NKT (CD3* TCRVo24' ) 48 . Thi
(CD3" CD8 " IFN-y" ) #Hifs .\ Th2 (CD3 " CD8 " IL- 4*)
40 Tc1 (CD3 " CD8 " IFN-y* ) 41 ,Tc2 (CD3* CD8 *
IL4 ") 48 NKT 4848 43 @ #9 IFN-y(CD3 ' TCRVa24 *



PETHESSZE 2010 8 HE 30 £% 8 #] CIITWM, August 2010, Vol. 30, No.8 - 825

IFN-y*) \NKT 40 i 43 W iy IL- 4(CD3 " TCRVa24 " IL-
4°), REAEBEARERRR,

3.3 SMEm THREHEN R BFRH
TUBER & # kL 3 mL, 43 B 51 A i 34 % 40 M ( pe-
ripheral blood mononuclear cell, PBMC) , F& 10% &
4 1 75 Y 1640 B SRR MR E AR E | x10/mL
B, MAANRE S MA 100 uL PBMC, 4251 A
PMA (25 ng/mL) 2.5 pL, Tonomycin(1 pg/mL) 2 pL,
Monensin(1.7 pg/mL) 2 uL, TR REF MREFHE
4K 4~6 h [5—%MA CD3-PE-cy 5.5 /CD8-PE-
TR / TCRVo24-PE HiiKIB &4, 73 —EMARE X B
kR aY, BXHEF 15 ~30 min F4 4 FIX &
PERM A 100 pL ZE{H# M E 15 ~ 30 min, PBS ¥
%, — &N FIX & PERM B 1 IL- 4-PE-cy7/IFN-y-
APC-Alexa Fluor 750 HU iR B &4 % —EMA FIX &
PERM B fi[R % ML KB S W IEEF 15 ~ 30 min,
PBS #e¥%, PBS E R4, FI U= 40 M 10K 0 & B b
B TRERE,

3.3 GiitEm¥% MR EBH L H A BD FACS
Aria 6. 0 B GE 120 BT s HEAR G5 5 19 A SPSS 13.0 & it
REEBEINEIE. FRIHBTRE LER AR ¢« &
BMARTENE AL ERABIEER KR, A
ARG RRERAXMER, P<0.05 YERER
HEBE L.

g R

1 IBERTR
1.1 WHLHAYFRIS ALT AST HBV-DNA R HE
BRI (ER]D) HRTRTLE, WAHkEH
BR{LHE % ALT,AST HBV-DNA R FEIERHA K
¥, HIRTF A BAERAERE (P <0.05),
%1 PABITHIG ALT AST HBV-DNA R+ E
ERBAALE (its)

@% BE  ALT(U/L)  AST(U/L)  log( HBV-DNA) ‘*’Rﬁﬁﬁﬁ

X B HRIT AT 145.19 £58.63  120.14 £41.31  6.26 £0.91 11.81£2.02
(21) #97fG 48.29£16.59° 41.48 £13.31° 3.85£1.75" 7.57 £1.12%
RIT BT AT 141,52 £44.46  113.90 £42.46  6.51 £0.60 11.52£1.72

(29) #3575 39.55+9.10"2 34.90+8.83"2 2.70+1.90"2 576 +1.88"2
B SAEAKRITRLE, P <0.05; 53 BARTE L, P<
0.05; () B N FI%: T&RE

1.2 FHBITEMII8EE % % HBV-DNA ¥ [H
# R HBeAg FrBHE L XA 21 HIBEPH 9 4
HRITONARHIBKEESE, EEER 42.86%,
MGITA29 BIEERHE 24 BIFIEREER, &%
R 82.76%, WAHLK ZRARHTFEN(P<
0.05), ¥4 HBV-DNA 4 3 Hl58H, 855744 9 #
SERH, SERH A4 IR 14.29% F131.03% , B4 %,
EREHFITEBNL(P>0.05), KIFE, MBHA1
1 B HBeAg ¥ 10, MiAIT4H 4 4], HBeAg $ AR
SRR 4.80% F113.79% , AL, ERELIT¥
B (P>0.05),

2 WHIBITATE NKT 41 & K& IFN-y IL- 4
RAUB(R2) HRITHHE, BIF61MAE, X
BMANKTHBREEHWMAHE, MBTAREHE
Wm NKT A&, EFEFHIT¥E L (P<0.05);
RITH S X R4 e {2 #F NKT 40 8 43 3% IFN-y, #)
filsrw IL- 4, BRTFHEAEHE(P<0.05),

%2 FHHERITHE NKT 8 K IFN-y.IL- 4 ik

K (% .,xts)
A FIR BfE NKT 4K IFN-y IL- 4
B 21 JITET 1.66£0.30 75.22+2.95  65.56 +3.28
BIFE 1.72:0.20 80.50 £3.76"  62.38 £2.99"
WIF 29 I4¥FET 1.62:0.28 75.07 £5.51  65.87 £2.95

BITE 1.85£0.21°% 84.88:4.79°2 54.42:5.74"%

3 WHIEITEIS Thl . Th2 .Tel \Tc2 FEKE R
Th1/Th2 Tel/Te2 WIEE LB (K 3) LRTAIK
B,BIT6ANRAE, XRARKGHSEM Tl HKH
BE, BA Tl/T2 WELE, EREHHTFEN(P<
0.05), fi%t Thl . Th2 45 % & 1 Thl/Th2 LB A
BEYW, EREKHEEL(P>0.05), BTG,
WITARES AN Thl Tl 38 84 Th2 T2 48
B %R AR FF Th1/Th2 Tel/Tc2 W1H, BIEFHE®
FXBA(P<0.05),

15 B
CHB B ERZ“HME" . “ME" Bk AR
b, RZEARERAEEN CHB WEEREA,

ESUREAAEAN KRR RN RARE
£,

%3 WHRITHE Th Th2 Tcl . Tc2 ¥R K Th1/Th2 Tel/Tc2 BT (% ,22s)

HH FE BE Thl Th2 Tel Tc2 Th1/Th2 Tel/Te2

I 21 BFET 17.17 £2. 24 2.60 £0. 42 12.70 £ 1. 59 2.71 £0.37 6.70 £0.99 4,80 +1.18
BIFE  17.46:1.71 2.46 £0.26 15.54 +1.49" 2.62£0.20 7.17 £0.94 5.93 £0. 48"

JfF 29 RIFET 17.00£1.88 2.60 £0. 30 12.82 £1.53 2.71 £0.26 6.59 £0.84 4.78 £0.75
BITE 18.59+1.71"% 2.27£0.23°% 17. 14 £1.71°2 2.43 £0.18°2 8.24 £1.00"° 7.08 +0.74" 2
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MEFELAT BEE AIF MREBEAS,
WNE P EEAR ARGEARKA L IATH
MR BRBERE MR ALT K, W T4 4 R ¥ R
HRAFHRHEE, ERAXREBRE. MEHTFEH
xR ERERSIENERRER X, MR
SR R, X SR R S B 4
MEEAREEMY . SR T AT 0 RN
EHRARY FERZMIBLREY Y THEA KA
SHARRREAA-EMEEATHER . 2XE
BREAERABFEFTNRLESH. BXEFE
BHmO MR EREER, BEEERNEAERHARE
WERE ST DR C3b AR E SRR E
G- BN TE TNF-o K008 238, 8 hn/h R 2h
BE' o R oW A /)N MG R LR A 40 B A AR L2
HME, FEFETHR, BR MK BAK NK,
LAK i R G161, £ B ERHATERED T T/

BUBR M B M= S IR 770 ALl

FHEMME A F S, M FFERA R
FREREAHENER" . WASREEARE.
EREENIIBGHEMEREHM RS BFREENTY
B, FERTHEELE MM RIRTT, I6KERH®E
RAWFHEEARTFORBIEMA. AEFEEAK
BE(TCM) 8B R B F A % (BCC) MABITHE
feZW (LPS) BRM /IR ERERBRG, EBRIE
ALT #1 AST K, W54 R KR g Tt |k 9
(LPO)Hy & &, BEEFHER" . TOCM £ 78 B {2
HITTGEH A(ConA)FEF/NR T Ik 40 8 1 58 I 1
MARTHERESE L2, UREHELHES B
WEMMMER N EKBEREE WAL IL-1, &
IR - M & 24 =, Bk TOM FEF K
FEEAK B L1 S R R 5 U o AR BL AR B34 3 NK
HRWRAGEEMARE AR FEIIGE, 3
BE WS W -1 IL2, TNF £ 1 EH F /&
AU SR T R S A B0 O 0
RERZEGARTWRES, HRME P T KK
EMTHEMBOIIEE, R T HEFRAN RS
fERl, A, B ERBEHR HBY, Rigsz W REES
FHRITZEFR L BI(10%), EERAIAZA,
ALTHRZER, MiHE20 FXREXR. ARARERE
B, S5 B4, RITHEYS S Z K ALT AST,
HBV-DNA /KF, 3HEGEEA & 2 3% HBeAg FH{E CHB &
EFEHRGRIER . w1 F A 0 08 2 MR T B LB 4,
B4l HBV-DNA ¥ [H % fl HBeAg B E £ R L5 it
FEBL

CHB BEAMNEFEBMR AT RS, S EM
CD3* .CD8' H4r & F+#&, CD3* CD4*/CD3*CD8" I
EFEE , % HBV S R MBI F, CD4' T
4 M e AR e 41 MR FYER T 43460 Thi 71 Th2 Bafp %
B, FRETEEARETFREZEGEE ", %
RABIT 6 AN A IGRER H B30 Tel HMWAEE, M
P Tcl/Tc2 HfE, H3% CD8 ' T 4f Ay CTL 4EF, %t
NKT.Thl.Th2 T2 i 2T R AW B BE, HiE
W8 W.30E NKT 40AE 50 Wi IFN-y F1 IL- 4 RRES), 3
b IFN-y M- 35 RE MK IL- 4 200, XFTRES BB+
fHiM# HBVDNA RA&BIEHMPURBERE X,

MARRY, LR ERFFHE CDS” T 4 &8 B
B, BEOEA B s HBV BRI, i A 7= A4 B B 0 FF R
tfh, ERWIELERERE CD8” T A BIEERE
BIH S HBY BB Mg, gl
HBV B yuat, FFAER CD8' THAMFERKHEERH
tH, FERRESF R CDS THRE T AR
B, MAFNREEMREFEERFFECDS" THEHR
MATx—38", tRRABERFHRITH, BR
A] DA i3 R #F NKT 40 B 43 30 [FN-y, % S 30 Tcl 40
B E, REERFREER, INUBEETFaK8,
SHEMHUERE. MEAEFSKAWEH EEHES
B A % FE{K HBV-DNA ALT .AST K, ## /] fEiE
2 E v NKT 40869 508 K Th Rk, {2 NKT 41
4y ¥4 IFN-y, $0%] 4533 IL- 4, 53 Thl Tel 40 i %K
BEXm, W Th2 Tc2 MK BB, ¥+ Th1/Th2 1
Tel/Te2 WAV RIER TR EEM.
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